showed that fasiglifam increased inward currents (see subtracted currents that were current components increased by fasiglifam). Original current traces were evoked by voltage steps of 10 mV increment from -80 mV to -40 mV with 10 sec interval. The holding potential was -70 mV and 100 µM tolbutamide was present throughout the current records. The membrane potential recorded in the presence of 100 M tolbutamide and 2.8 mM glucose showed action-potential firing. After current was injected to hyperpolarize the membrane, action potentials were inhibited (see the left-side inset). The external solution was changed to that containing 10 M fasiglifam. The membrane was depolarized again and firing of action potentials was induced (see the right-side trace below). These results suggest fasiglifam-evoked membrane depolarization independently of KATP-channel activity. Time-expanded traces corresponding to the indicated periods at the top trace were showed. 
